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Fig. 2. Pathophysiology of metabolic syndrome.
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Fig 2. Prevalence of
metabolic syndrome in
psoriasis patients. This is a
forest plot examining
observational studies. The
diamond represents the
exact estimate from the
study. The width of the line
extending from each
diamond represents the 95%
confidence interval (CI). OR,
odds ratio; MetSyn,
Metablic
syndrome.

PLoS ONE 2017 12(7):
e0181039.
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Fig 3. Meta-analysis of the
association between psoriasis and
metabolic syndrome (MS) according
to the 3 sets of MS diagnostic
criteria used in studies.
AHA/IDF/NHBLI, American Heart
Association/International Diabetes
Federation/National Heart, Lung,
and Blood Institute Joint Scientific
Statement; ATP III, National
Cholesterol Education Program
Adult Treatment Panel III; CI,
confidence interval; IDF,
International Diabetes Federation;
MS, metabolic syndrome; WHO,
World Health Organization.
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Int. J. Environ. Res. Public Health 2018, 15, 1486Table 3. HOMA-IR and HOMA- according to disease severity.



Fig 1. Immunopathogenesis of psoriasis. Cell

subsets and cytokine signaling pathways implicated

in the pathogenesis of psoriasis. Damage to the

epidermis

triggers release of antimicrobial peptides including

LL-37, which complexes with self-DNA released

from cellular membrane rupture. DNA-LL-37

complexes

are autoantigens of psoriasis, which are taken up

by dendritic cells, resulting in IL-12 and IL-23

production. The IL-23/Th17 axis actuates a

feedforward loop

that favors keratinocyte proliferation, ultimately

forming a psoriatic plaque. bFGF: basic fibroblast

growth factor; DDC: dermal dendritic cell; GFs:

growth

factors; pDC: plasmacytoid dendritic cell; VEGF:

vascular endothelial growth factor.

PLoS ONE 15(8): e0237598



Molecular links between Obesity and Diabetes: “Diabesity”
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Figure 4 General scheme of mechanisms of obesity-induced hypertension. A number of factors induced or potentiated by obesity lead to
sympathetic activation, vasoconstriction and sodium retention, all promoting hypertension. FFA, free fatty acids; TNF-a, tumor necrosis
factor; RAS, renin – angiotensin system; NO, nitric oxide; Ang II, angiotensin II. International Journal of Obesity (2002) 26, Suppl 2, S28 – S38.



Fig. 2. Cumulative incidence of psoriasis by metabolic syndrome
presence/absence (A) and the number of metabolic syndrome
components (B) over 8 years of follow-up. P values were
determined using the log-rank test. MetS: metabolic syndrome.

Metabolism Clinical and Experimental 99 (2019) 19–24



ACIT, acitretin; ADA, adalimumab; APR, apremilast; BROD,
brodalumab; CERT, certolizumab pegol; CYCLO, cyclosporin; ETA,
etanercept; GUS, guselkumab;IFX, infliximab; IXE, ixekizumab; RIS,
risankizumab; SEC, secukinumab; TIL, tildrakizumab; UST,
ustekinumab. Green: will be efficacious and cause no specific harm in
this patient group; Light green: will likely be efficacious and likely
cause no specific harm in this patient group; Orange: might/may be
less efficacious or might/may cause harm in this patient group; Red:
likely to cause harm in this patient group; Grey: insufficient evidence
to make a recommendation.

JEADV 2020, 34, 1654–1665
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Gli analoghi del GLP-1

Semaglutide 0.25 mg SC once weekly for 1 month, then increase to 0.5

mg weekly for 1 month, then increase to 1.0 mg weekly SC



Drucker et al., 2006

Azioni extra-pancreatiche del GLP-1





Figure 2. The immunologic role of GLP-1. GLP-1, glucagon-like pepide; IL, interleukin; iNKT, invariant natural killer T cell; NF-κB, nuclear
factor-kappa B; PI3-kinase, phosphatidylinositol-4,5-bisphosphate 3-kinase; TNF-α; tumor necrosis factor-α. Ther Adv Endocrinol Metab 2014, Vol. 5(2) 34– 38



Esiste una reciproca relazione in induzione di rischio tra psoriasi
e le patologie componenti la sindrome metabolica che esita in un
incremento del rischio globale per eventi e mortalità
cardiovascolari.

Su tale base, come da indicazione di linee guida è opportuno
sottoporre i pazienti affetti da psoriasi ad uno screening
periodico delle patologie metaboliche e dei fattori di rischio
modificabili ad esse associate tra cui tabagismo, sedentarietà e
alterazioni del sonno al fine di permettere una eventuale
diagnosi precoce ed un trattamento tempestivo con interventi
integrati sullo stile di vita e con terapie farmacologiche mirate.

Conclusioni


